Sir,
The diving reflex is a vagally mediated response to sudden immersion of the face in cold water. It slows the heart, while conserving blood pressure and cerebral blood flow. It has been used to treat refractory supraventricular tachycardia in adults and recently in a child (Whitman and Zakeosian, 1976) . We report a further case of its use with effect in an infant.
A 12-week-old girl was admitted with a history of poor feeding and loss of weight. She was found to have a heart rate of 200, tachypnoea, and an enlarged liver. Electrocardiogram (ECG) (Fig. 1) showed a supraventricular tachycardia. Unilateral carotid sinus massage and eyeball pressure failed to correct the rhythm and TM digoxin was started. She remained in severe heart failure with continuing tachycardia for 13 hours, and further attempts to convert her rhythm with eyeball pressure failed.
*See also Short report on p. 515. Ed.
The diving reflex was elicited by occluding her nose and mouth by hand and immersing her face in a sink of iced water for about 4 seconds. She reverted to sinus rhythm immediately. ECG following reversion showed bi-atrial hypertrophy, with a normal P-R interval (Fig. 2) . Her subsequent course was stormy, with frequent brief rhythm changes, not however requiring the use of the diving reflex. She died 2 weeks later after a cardiac arrest and necropsy examination showed extensive endocardial fibroelastosis.
The reflex has been used in adults with success (Wildenthal et al., 1975) although periods of immersion of up to 35 seconds have been required. T. Pickering and Bolton-Maggs (1975) reported the risk of ventricular tachycardia being precipitated by this manoeuvre, hence continuous monitoring of the patient during the procedure is advised. The reflex has been used in 2 neonates (Whitman et al., 1977) (DMD) . Increased CPK is also found in other neuromuscular diseases such as spinal muscular atrophy, motor neurone disease, chronic polymyositis, as well as in 70-75% of 'definite' carriers of DMD. Takahasi et al. (1975) observed a marked rise ofCPK after IV prednisolone in 14 DMD cases and suggested this to be specific for muscular dystrophy (MD), but put forward no explanation for such phenomena.
We have observed the change of CPK in response to IV hydrocortisone in different neuromuscular diseases in Indian patients, so as to confirm or deny Takahasi 
